Abstract. The effect of corticosterone and dexamethasone on the production of growth hormone and prolactin was studied in rat pituitary tumour cells 
point of the receptor was 5.8. Scatchard analysis showed one single class of binding sites with high affinity (Kd 2.1 \m=+-\0.4 (sd \m=x\10\m=-\9mol/l). Studies on the steroid specificity revealed that dexamethasone had the highest affinity for the receptor. Corticosterone, cortisol and progesterone had also high affinity, whereas testosterone and oestradiol-17\g=b\ had no significant affinity for the receptors. After in vivo administration of [3H] dexamethasone to GH3 tumour-bearing rats, radioactivity could be extracted from purified nuclei bound to 4 S macromolecules.
The presence of receptors for glucocorticosteroid hormones in the GH3-cells, suggests that these hormones may alter growth hormone and prolactin production at the anterior pituitary level.
The binding of steroid hormones to intracellular receptor proteins is a prerequisite for the action of the hormone on the target cells. The understand¬ ing of the mechanism of action of steroid hormones is, however, hampered by the fact that the organ, in which the effect is measured, usually consists of a heterogeneous cell population with possible different target cells. The isolation of a steroid sensitive, functionally homogeneous cell population in long term cell culture systems, is therefore of great importance for studying the mechanism of action of these hormones.
A clonal strain of rat pituitary tumour cells, known as GH3-cells (Furth et al. 1956; Tashjian et al. 1968 ), spontaneously synthesize and secrete both growth hormone (GH) and prolactin (PrI) into the culture medium. The GH3 strain is multihormone target cells, since GH and Prl production are effected by hypothalamic hormones: thyroliberin (TRH) (Tashjian & Hoyt 1972) , somatostatin (Aulie et al. 1979 ), thyroid hormones (Samuels et al. 1973 ) and different sex steroid hormones Haug 1979) . The peptide hor¬ mones exert their effect through binding to cell membranes and induction of cyclic nucleotides (Dannies et al. 1976; Gautvik et al. 1977) . Thyroid hormones are thought to act through nuclear re¬ ceptors (Samuels et al. 1974 ). Oestradiol-17ß, which stimulate Prl without affecting GH, is found to act through binding to intracellular receptors (Mester et al. 1973; . Glucocorti (Sweden) and Glass microfilter paper (GF/C) from What¬ man, (USA).
Cell culture
The establishment and the propagation of the GH3 cell strain have been described previously (Tashjian et al. 1968; Haug et al. 1977 (Haug 8c Gautvik 1976 . The following modifica¬ tions were employed: rPrl-I-1 (NIAMDD) and rGH-I-2 (NIAMDD) were labelled with 12SL using lactoperoxidase as oxidant. The Enzymobead reagent from Bio-Rad, consisting of lactoperoxidase and glucose oxydase covalently coupled to derivatized polyacrylamide spheres was used for labelling. Iodination was initiated by the addi¬ tion of glucose to a mixture of Enzymobead (1 vial), Na125I (37 KBq) and 4 pg of either rPrl-I-1 or rGH-I-2. (Fig. 4) . The peak was eliminated by a 100-fold excess of unlabelled dexamethasone, or when the samples were incub¬ ated in the presence of protease (100 pg/ml). DNase and RNase had no effect on the binding. In addition, the peak was eliminated when the cytosol fraction was heated at 45°C for 30 min.
The affinity and capacity of the dexamethasone binding protein was examined by equilibrating aliquots of the cytosol fraction with increasing concentrations of [3H]dexamethasone at 0°C for 16 h. The binding was determined after precipitation of the steroid-receptor complexes with protamine sulphate. By Scatchard analyses of the data (Fig. 5) , the GH3 tumour cytosol was found to possess one single class of high affinity binding sites with a dissociation constant (Kd) of 2.1 ± 0.4 (sd) x 10-9 mol/1. The (Munck 1971; Loeb 1976 (Koch et al. 1975) (Haug & Gautvik 1976 
